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Abstract: Continuous cardiac output monitors are becoming more common in clinical settings
to assess cardiac performance. Pulse contour analysis is a common method employed by
commercial devices to estimate patient hemodynamics from a pressure waveform and relate
it to volume. The main issue with current devices, is they can perform poorly during and
after a significant hemodynamic event. An existing pulse contour analysis method, under ideal
experimental conditions, demonstrated the ability to track changes in stroke volume (SV) using
a measure of pulse wave velocity (PWV). In this study, the existing method’s ability to estimate
SV was tested during vena cava occlusions (VCO), a worst case, rapid transient hemodynamic
change. Additionally, the method’s sensitivity to the location of the arterial pressure waveform
measurement was also assessed, by comparing SV estimates from aortic and iliac pressures, to
SV measured by admittance catheter in the ventricle. Results show the model accurately tracks
changes in SV as a result of the occlusion, a significant improvement over current commercially
available devices. Bland-Altman analysis showed no significant improvement in SV estimation
when using aortic pressure compared to the iliac pressure waveform, with mean bias of -2.11ml
and 0.13ml, respectively. This is a desirable result, as more distal arterial pressure measurement
locations increase the clinical feasibility of the method.
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1. INTRODUCTION
Stroke volume (SV) measures are useful clinically for di-
agnosis and treatment of a range of cardiovascular dys-
functions (Reuter et al., 2003; Luecke and Pelosi, 2005;
Montenij et al., 2011). By measuring SV continuously, beat
to beat, patient response to treatment or changes in disease
state can be provided to clinicians, optimising care (Tibby,
2003; Cecconi et al., 2014; Marik, 2013).
Pulse contour analysis is one method of determining SV
and/or cardiac output (CO). CO is just the multiple of
SV and heart rate, giving the flow over time, rather than
per beat. Pulse contour analysis, relies on the general
understanding that pressure drives flow. Hence, the meth-
ods seek to infer parameters representative of a patients
specific hemodynamic state from an arterial pressure wave-
form and calculate an estimated SV.
There are currently three commercially available continu-
ous cardiac output (CO) monitors that use pulse contour
analysis, FloTracTM (Edwards Lifesciences, USA), PiCCO
(Pulsion Maquet Getinge Group, Germany) and esCCO
(Nihon Kohden R©). Each is limited by their inability to
accurately measure stroke volume following a hemody-
namic change, unless recalibration is performed (Marik,
2013; Goedje et al., 1999; Rödig et al., 1999; Obata et al.,
2017; Bataille et al., 2012; Hadian et al., 2010). This issue
makes them unsuitable for patients who could benefit most
from monitoring, those likely to experience sudden and
unpredictable hemodynamic changes as a result of both
treatment and disease progression.
Kamoi et al. (2017) overcame these limitations by devel-
oping a model whose parameters were dependent on pulse
wave velocity (PWV). By monitoring changes in PWV
Kamoi et al. (2017) showed the possibility of estimated
SV during both steady state and transient hemodynamic
behaviour. However, the methods sensitivity to arterial
pressure measurement location is unknown.
The method is based on the reservoir wave approach
(Tyberg et al., 2014), where reservoir refers to the blood
associated with the expansion of the aorta. The aorta
is more compliant than distal arteries (Nichols et al.,
2011), and thus it is possible the reservoir wave approach
assumptions are less applicable to distal arterial pressure
signals. This issue could lead to poorer SV estimation.
Additionally, this method requires identification of the
transition from systole to diastole on the pressure wave-
form. More centrally located arterial pressure signals have
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Abstra t: Continuous cardi c output monitors are becoming more common in clinic l settings
to assess cardiac performance. Pulse co our analysis is a common ethod employed by
commercial devices to estimate patient hemody amic fr m a pressure wavef rm and relate
it to volume. The main issue with curr nt devices, is they can perform p orly during a d
fter a significant hemodynamic event. An existing pulse contour analysis method, under ideal
experimental cond tions, demonstrated the ability to track ch nges in stroke volum (SV) using
a measure of pulse wave velocity (PWV). In his s udy, the existing method’s ability to estimate
SV was tested during vena cava occlusions (VCO), a worst case, r pid tr sient hemodynamic
chang . Addition lly, he method’s sensi ivity to th location of the arterial press re waveform
measurement was also assessed, by comparing SV estimates fro aortic and iliac pressu es, to
SV measur d by admittance c theter in the ventricle. Results show the model accurately tracks
changes i SV as a r sult of the occlusi n, a significant impro ment over current commercially
vailable devices. Bland-Altman analysis showed no significant improvement in SV e timation
when using aortic pr ssure compared o the iliac pressure waveform, with mean bias of -2.11ml
and 0.13ml, respectively. This is a desirable result, as more distal arterial pressure measurement
locations increase the clinical feasibility of the method.
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Abstract: Continuous cardiac output m itors are becoming m re c mmon in clinica settings
t ass ss cardia performance. Pulse c tour analysis is a c mm n method employed by
c mm rcial devi s to estimate patient hemodynamic from a pressure waveform and relate
it to volume. Th main issue with current devices, i they can perform poorly during and
after a significa t hemodynamic event. An ex sting pul e contour analysis method, under ideal
exp rimental co ditions, demonstrated the ability to track changes in str ke volume (SV) using
a m asur of pulse wave velocity (PWV). In this study, the existing meth d’ ability to estimate
SV was t sted during vena cava occlusions (VCO), a worst case, rapid t an ient hemodynamic
change. Additionally, the method’s sensitiv ty to the loc ion of the arte ial pressure wav form
measurement was also assessed, by comparing SV estim es from aortic and iliac pressur s, to
SV m asured by admittance catheter in the ventricle. Results show he model accurately tracks
ch ng s in SV a a result of the occlusion, a significant improvemen r curre t commercially
av ilable device . Bland-Altman analysis showed no ignific nt impr ment i SV estimation
when using aortic pressure comp red to the iliac pres ure w veform, with mea bias of -2.11ml
and 0.13ml, r sp c ively. This is desirable result, as more distal arterial pressure measurement
locations incr as he clinical feasibility of the method.
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1. INTRODUCTION
Stroke volume (SV) measures are useful clinically for di
ag osis and treatment of a range of cardiovascular dys
fu c ions (Reuter et al., 2003; Luecke and Pelosi, 2005;
Mon enij e al., 2011). By measuring SV continuously, beat
to b at, pa ient response to tre tment or changes in disease
stat can be provided to clinici ns, optimising care (Tibby,
2003; Cecconi et al., 2014; Marik, 2013).
Pulse contour analysis is one method of deter ining SV
and/or cardiac output (CO). CO is jus the ultiple of
SV and heart rate, giving the flow over ime, rather than
per beat. Pulse contour analysis, relies o the gen ral
understanding that pressure d ives flow. He ce, the m th-
ods seek to infer parame rs epresentative of a pati nts
specific hemodynamic sta from an arterial pressure wave-
form and calculate an estimated SV.
There are urrently three c mmercially available contin -
ous cardia output (CO) m nitors that u e pulse conto r
ana ysis, FloTracTM (Edwards Lifescience , USA), Pi
Pulsion Maquet Getinge Group, Germany) a d es
Nihon Kohd n R©). Each is limited by their i ability to
accurately m asur t oke volume following a hemody-
namic change, unl s ecalibration is performed (Marik,
3 Goedje et al., 1999; Rödig et al., 1999; Obata et al.,
7; Bataille et al., 2012; Hadian et al., 2010). This issue
makes them unsuitable for patients who could benefit most
from monitoring, those likely to experience sudden and
unpredictable hemodynamic cha ges as a result of both
treatment and disease progressio .
Kamoi et al. (2017) ove came thes limitations by devel-
oping a model whose pa ameters w re depe d nt on pulse
w ve velocity (PWV). By monitoring cha g s in PWV
K moi et al. (2017) showed the possibili y of estim ted
SV during both st ady state and transien hem dyn mic
behaviour. How v r, the methods se sitivity t arterial
pressure measur ment location is unk own.
The method is based on th reservoir wave approach
(Tyberg et al., 2014), where r servoir refe s to t blood
associated with the expansion of the ao ta. T aorta
is more compliant than distal arteries (Nichols et l.,
2011), and thus it i possible the reservoir wave a pro ch
assumption are les app icable to distal arter al ressure
signals. Thi issue could lead to poorer SV estimation.
Additionally, this method requires identification of the
transition from systo e to i s ole on the pressure wave-
form. More centrally locate r erial pressure signals have
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Abstract: Continuous cardiac output monitors are becoming more common in clinical settings
to assess cardiac performance. Pulse contour analysis is a common method employed by
commercial devices to estimate patient hemodynamics from a pressure waveform and relate
it to volume. The main issue with current devices, is they can perform poorly during and
after a significant hemodynamic event. An existing pulse contour analysis method, under ideal
experimental conditions, demonstrated the ability to track changes in stroke volume (SV) using
a measure of pulse wave velocity (PWV). In this study, the existing method’s ability to estimate
SV was tested during vena cava occlusions (VCO), a worst case, rapid transient hemodynamic
change. Additionally, the method’s sensitivity to the location of the arterial pressure waveform
measurement was also assessed, by comparing SV estimates from aortic and iliac pressures, to
SV measured by admittance catheter in the ventricle. Results show the model accurately tracks
changes in SV as a result of the occlusion, a significant improvement over current commercially
available devices. Bland-Altman analysis showed no significant improvement in SV estimation
when using aortic pressure compared to the iliac pressure waveform, with mean bias of -2.11ml
and 0.13ml, respectively. This is a desirable result, as more distal arterial pressure measurement
locations increase the clinical feasibility of the method.
Keywords: Cardiovascular system, stroke volume, model, biosignals, signal processing
1. INTRODUCTION
Stroke volume (SV) measures are useful clinically for di-
agnosis and treatment of a range of cardiovascular dys-
functions (Reuter et al., 2003; Luecke and Pelosi, 2005;
Montenij et al., 2011). By measuring SV continuously, beat
to beat, patient response to treatment or changes in disease
state can be provided to clinicians, optimising care (Tibby,
2003; Cecconi et al., 2014; Marik, 2013).
Pulse cont ur an ysis is one method of determining SV
and/or cardiac output (CO). CO is just the multiple of
SV and heart rate, giving the flow over time, rather than
per beat. Pulse contour analysis, relies on the general
understanding that pressure drives flow. Hence, the meth-
ods seek to infer parameters representative of a patients
specific hemodynamic state from an arterial pressure wave-
form and calculate an estimated SV.
There are curren ly three commercially available continu-
ous cardiac output (CO) monitors that use pulse contour
analysis, FloTracTM (Edwards Lifesciences, USA), PiCCO
(Pulsion Maquet Getinge Group, Germany) and esCCO
(Nihon Kohden R©). Each is limited by their inability to
accurately measure stroke volume following a hemody-
namic change, unless recalibration is performed (Marik,
2013; Goedje et al., 1999; Rödig et al., 1999; Obata et al.,
2017; Bataille et al., 2012; Hadian et al., 2010). This issue
makes them unsuitable for patients who could benefit most
from monitoring, those likely to experience sudden and
unpredictable hemodynamic changes as a result of both
treatment and disease progression.
Kamoi et l. (2017) ove came these limitations by devel-
oping a model whose parameters were dependent on pulse
wave velocity (PWV). By monitoring changes in PWV
Kamoi et al. (2017) showed the possibility of estimated
SV during both steady state and transient hemodynamic
behaviour. However, the methods sensitivity to arterial
pressure measurement location is unknown.
The m thod is based on the reservoir wave approach
(Tyberg et al., 2014), where reservoir refers to the blood
associated with the expansion of the aorta. The aorta
is more compliant than distal arteries (Nichols et al.,
2011), and thus it is possible the reservoir wave approach
assumptions are less applicable to distal arterial pressure
signals. This issue could lead to poorer SV estimation.
Additionally, this method requires identification f the
transition from systole to diastole on the pressure wave-
form. More centrally located arterial pressure signals have
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bstract: ontinuous cardiac output onitors are beco ing ore co on in clinical settings
to assess cardiac perfor ance. ulse contour analysis is a co on ethod e ployed by
co ercial devices to esti ate patient he odyna ics fro a pressure avefor and relate
it to volu e. he ain issue ith current devices, is they can perfor poorly during and
after a significant he odyna ic event. n existing pulse contour analysis ethod, under ideal
experi ental conditions, de onstrated the ability to track changes in stroke volu e (S ) using
a easure of pulse ave velocity ( ). In this study, the existing ethod’s ability to esti ate
S as tested during vena cava occlusions ( ), a orst case, rapid transient he odyna ic
change. dditionally, the ethod’s sensitivity to the location of the arterial pressure avefor
easure ent as also assessed, by co paring S esti ates fro aortic and iliac pressures, to
S easured by ad ittance catheter in the ventricle. esults sho the odel accurately tracks
changes in S as a result of the occlusion, a significant i prove ent over current co ercially
available devices. land- lt an analysis sho ed no significant i prove ent in S esti ation
hen using aortic pressure co pared to the iliac pressure avefor , ith ean bias of -2.11 l
and 0.13 l, respectively. his is a desirable result, as ore distal arterial pressure easure ent
locations increase the clinical feasibility of the ethod.
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1. I I
Stroke volu e (S ) easures are useful clinically for di-
agnosis and treat ent of a range of cardiovascular dys-
functions ( euter et al., 2003; Luecke and elosi, 2005;
ontenij et al., 2011). y easuring S continuously, beat
to beat, patient response to treat ent or changes in disease
state can be provided to clinicians, opti ising care ( ibby,
2003; ecconi et al., 2014; arik, 2013).
ulse cont ur an lysis is one ethod of deter ining S
and/or cardiac output ( ). is just the ultiple of
S and heart rate, giving the flo over ti e, rather than
per beat. ulse contour analysis, relies on the general
understanding that pressure drives flo . ence, the eth-
ods seek to infer para eters representative of a patients
specific he odyna ic state fro an arterial pressure ave-
for and calculate an esti ated S .
here are currently three co ercially available continu-
ous cardiac output ( ) onitors that use pulse contour
analysis, lo racT ( d ards Lifesciences, S ), i
( ulsion aquet etinge roup, er any) and es
( ihon ohden R ). ach is li ited by their inability to
accurately easure stroke volu e follo ing a he ody-
na ic change, unless recalibration is perfor ed ( arik,
2013; oedje et al., 1999; ödig et al., 1999; bata et al.,
2017; ataille et al., 2012; adian et al., 2010). his issue
akes the unsuitable for patients ho could benefit ost
fro onitoring, those likely to experience sudden and
unpredictable he odyna ic changes as a result of both
treat ent and disease progression.
a oi et l. (2017) overca e these li itations by devel-
oping a odel hose para eters ere dependent on pulse
ave velocity ( ). y onitoring changes in
a oi et al. (2017) sho ed the possibility of esti ated
S during both steady state and transient he odyna ic
behaviour. o ever, the ethods sensitivity to arterial
pressure easure ent location is unkno n.
he thod is based on the reservoir ave approach
( yberg et al., 2014), here reservoir refers to the blood
associated ith the expansion of the aorta. he aorta
is ore co pliant than distal arteries ( ichols et al.,
2011), and thus it is possible the reservoir ave approach
assu ptions are less applicable to distal arterial pressure
signals. his issue could lead to poorer S esti ation.
dditionally, this ethod requires identification f the
transition fro systole to diastole on the pressure ave-
for . ore centrally located arterial pressure signals have
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clear dicrotic notches, making identification of end systole
easier. A distal arterial pressure signal can have no clear
dicrotic notch (Dawber et al., 1973), hence, SV estimates
derived from such signals may be less accurate.
This study compares SV estimates using aortic and iliac
artery pressure waveforms. The motivation is to improve
the clinical applicability of the method, as in a clinical
setting, the location of arterial pressure catheters can vary
(Gershengorn et al., 2014). If the method works for a range
of arterial pressure locations, the method is more clinically
applicable.
2. METHODS
2.1 Stroke volume estimation method
The existing Kamoi model method showed the clinical
potential and capacity of model-based, beat-to-beat stroke
volume estimation (Kamoi et al., 2017). One limitation
was the inaccurate arterial pressure catheter spacing, due
to two individual pressure catheters being used. In this
experiment, the limitation is overcome using a dual sensor
catheter allowing accurate PWV measurements.
Current clinically available SV and CO estimates are
limited in accuracy following hemodynamic instability
(Marik, 2013; Goedje et al., 1999; Philips Electronics
North America Corporation, 2002; Rödig et al., 1999;
Obata et al., 2017; Bataille et al., 2012; Hadian et al.,
2010). Kamoi et al. (2017) attempted to overcome this
issue through beat to beat dynamic calibration of model
parameters by monitoring PWV. Specifically, Kamoi et al.
(2017) used the Bramwell-Hill and water hammer equa-
tions to relate PWV to arterial compliance (C) and
impedance (Z). This experiment assesses model accuracy
on a different hemodynamic modification using a non-
aortic arterial pressure measurement, which maybe more
clinically accessible.
A detailed description of the method is discussed elsewhere
(Kamoi et al., 2017). A summary of the main equations,












where, Pres is reservoir pressure, Pm is the measured
arterial pressure, Pcvp is the central venous pressure, α is
PWV/Lart and β is 1/RC. Lart refers to the characteristic
length of the artery and R the peripheral resistance.
Pex(t) = Pmea(t)− Pres(t) (2)
where Pex is known as the excess pressure associated with
systole (since during diastole Pmea = Pres).







where td refers to the time of end systole or start diastole,
since during diastole excess pressure should be zero.
2.2 Porcine trials and measurements
Data in this study was provided by pig experiments at the
Centre Hospitalier Universitaire de Liège, Belgium. Ethics
approval for the experimental procedures, protocols and
use of the data was provided by the Ethics Committee of
the University of Liège Medical Faculty.
Five pure Pietrain pigs were used in the experiments. Pigs
were administered ketamine (20mg/kg) and diazepam
(1mg/kg) prior to the experiment. Anaesthesia was in-
duced and maintained by continuous infusion of sufentanil
(0.5 µg/kg/h) and sodium pentobarbital (3mg/kg). Pigs
were intubated via tracheotomy and ventilated using a En-
gström Carestation ventilator (GE, Madison, WI, USA).
The ventilator was set to a tidal volume of 10ml/kg, an
O2 inspired fraction of 0.5, a respiratory frequency of
20 respirations per minute and a PEEP (Positive End-
Expiratory Pressure) of 5 cmH2O.
Pressure and volume were directly measured in the left
ventricle using a 5F micromanometer-tipped admittance
catheter (Transonic, Ithaca, NY, USA) inserted into the
ventricle through the right carotid artery. A single lumen
pressure sensor (Transonic, Ithaca, NY, USA) was also
located in the inferior vena cava, along with a Forgarty
balloon used to modify ventricle preload (Sato et al., 1998).
A 7F dual sensor pressure catheter, with 40cm sensor
spacing was introduced via the femoral artery (Transonic,
Ithaca, NY, USA). The upper sensor was located in the
aortic arch, meaning the second sensor was approximately
in the iliac arteries. Knowledge of the exact sensor spacing
allows for accuarate pulse wave velocity (PWV) measure-
ments. All data were sampled at 250Hz.
2.3 Hemodynamic modification
Baseline data was recorded prior to hemodynamic modi-
fication and it’s duration ranged from 93 beats (Pig 4) to
317 beats (Pig 2). The first 10 beats of the baseline state
are used to calibrate the model by using the SV measured
from the admittance catheter for each beat. With this
SV measurement, model parameters Z and C, as well as
the aortic area (A) and a characteristic length (L), are
calculated. L is assumed to remain constant throughout
the experiment, while other model parameter variation
was captured through PWV, as explained in Kamoi et al.
(2017). Following calibration, SV was estimated for the
remainder of the baseline heart beats, verifying model
performance at steady state.
Following baseline, a vena cava occlusion (VCO) was per-
formed by inflating the Forgarty balloon. Pig 5 received
two VCOs and both were used in the analysis. VCO
reduces the flow of blood to the right ventricle, which sub-
sequently reduces blood flow to the left ventricle, leading
to an eventual fall in ejection and SV (Van Der Velde et al.,
1991). Additionally, the reduction in returning blood to
the ventricles causes a fall in preload and afterload (Sato
et al., 1998; Newlin and Levenson, 1979). To remove the
effects of breathing on the circulatory system (Westphal
et al., 2006), the ventilator was turned off during the VCO.
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(a) Aortic and iliac pressure waveforms during VCO and respec-
tive reservoir pressure waveforms.
(b) Zoomed view of aortic and iliac pressure waveforms showing
reservoir pressure fit.
Fig. 1: A typical example of the aortic and iliac pressure waveforms during VCO for Pig 2, whose SV estimates had the
lowest accuracy. Note the iliac pressure waveform has no distinct turning point type dicrotic notches.
While this event is unlikely in the intensive care unit, it
does represent a worst case scenario for testing the SV
model. This is because the event is transient, with the
sudden inflation of the balloon causing occlusion. Balloon
inflation and subsequent deflation lasted between 36 (Pig
1) and 60 beats (Pig 3). If SV estimation can track changes
in directly measured SV during this hemodynamic change,
without needing recalibration from the baseline case, then
it is an improvement over existing clinical continuous SV
estimation devices.
3. RESULTS
Figure 1 shows typical aortic and iliac pressure signal
response to a VCO. Specifically, the figure is for Pig 2. The
stroke volume waveform for each pig is shown in Figure 2,
while Bland-Altman plots are shown in Figure 3 to provide
quantitative measures of the estimates agreement.
With the exception of Pig 3, the mean absolute percentage
error for the initial baseline heart beats was less than
12.4% for all pigs. This error came from Pig 2’s iliac based
SV estimate and represents a mean error of 4.5ml from
the 35.1ml baseline. However, Pig 3 had a mean absolute
percentage error of 40.1%. This error can be attributed to
a poor quality admittance catheter ventricle volume signal,
combined with a relatively low baseline stroke volume. Pig
3’s mean SV during baseline was 26.1ml, with standard
deviation of 8.2ml (coefficient of variation 31.4%), while
the model based estimates for both the aortic arch and iliac
based SV estimates were consistent at a mean of 29.4ml
and standard deviation of 3ml and 2.3ml respectively.
Thus, in this pigs case, the model based estimate may
in fact represent a more accurate measure, although there
was no way to verify this.
Despite the offset between Pig 3’s baseline measured and
estimated SV, changes in SV are still useful clinically for
monitoring disease state and treatment efficacy (Marik,
2013). As can be seen from Figure 2 (c), the model trends
the measured SV during the VCO well.
4. DISCUSSION
4.1 SV Waveforms
Figure 2 shows all pigs SV estimates fell, due to the
model’s dependency on arterial pressure, which fell during
the VCO. Figures 2 (c-f), show successful response of the
model estimated SV in capturing the change in measured
SV. It is also clear, in these two cases, the aortic arch
pressure based SV estimate performed no better than the
downstream iliac pressure based SV estimate.
No change in performance between these two SV estimates
may seem surprising for two reasons. First, the presence
of the dicrotic notch in the aortic arch signal suggests
more accurate detection of end systole, the point where
Pexcess = 0. With no dicrotic notch present in the iliac
signal, end systole is much more difficult to determine.
However, (Balmer et al., 2018) presents the improved end
systole estimation technique used in this study.
Despite the end systolic time being easier to detect in
the aortic pressure waveform, the mechanisms leading to
the dicrotic notch are not accounted for in the model.
Thus, the reservoir pressure waveform does not take into
account the effect of complex valve closure dynamics on the
measured pressure in the aorta. Since the iliac signal does
not typically contain turning point type dicrotic notches,
its waveform conforms closer to the model assumptions.
Second, it is well known that the compliance of the arterial
tree reduces further from the heart (Nichols et al., 2011).
Given the method’s basis on the windkessel model, and
thus it’s reliance on arterial compliance (Kamoi et al.,
2017), it was suspected distal arteries would not represent
the blood storage component (Preservoir) of the aorta
adequately enough for a good SV estimate. However, Fig-
ures 2 (c-f) suggest the iliac pressure waveform performs
equally well as the aortic pressure waveform. The reason,
is the model parameters are found in a way that reinforces
assumed physiology. Specifically, the parameter identifica-
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(a) Aortic and iliac pressure waveforms during VCO and respec-
tive reservoir pressure waveforms.
(b) Zoomed view of aortic and iliac pressure waveforms showing
reservoir pressure fit.
Fig. 1: A typical example of the aortic and iliac pressure waveforms during VCO for Pig 2, whose SV estimates had the
lowest accuracy. Note the iliac pressure waveform has no distinct turning point type dicrotic notches.
While this event is unlikely in the intensive care unit, it
does represent a worst case scenario for testing the SV
model. This is because the event is transient, with the
sudden inflation of the balloon causing occlusion. Balloon
inflation and subsequent deflation lasted between 36 (Pig
1) and 60 beats (Pig 3). If SV estimation can track changes
in directly measured SV during this hemodynamic change,
without needing recalibration from the baseline case, then
it is an improvement over existing clinical continuous SV
estimation devices.
3. RESULTS
Figure 1 shows typical aortic and iliac pressure signal
response to a VCO. Specifically, the figure is for Pig 2. The
stroke volume waveform for each pig is shown in Figure 2,
while Bland-Altman plots are shown in Figure 3 to provide
quantitative measures of the estimates agreement.
With the exception of Pig 3, the mean absolute percentage
error for the initial baseline heart beats was less than
12.4% for all pigs. This error came from Pig 2’s iliac based
SV estimate and represents a mean error of 4.5ml from
the 35.1ml baseline. However, Pig 3 had a mean absolute
percentage error of 40.1%. This error can be attributed to
a poor quality admittance catheter ventricle volume signal,
combined with a relatively low baseline stroke volume. Pig
3’s mean SV during baseline was 26.1ml, with standard
deviation of 8.2ml (coefficient of variation 31.4%), while
the model based estimates for both the aortic arch and iliac
based SV estimates were consistent at a mean of 29.4ml
and standard deviation of 3ml and 2.3ml respectively.
Thus, in this pigs case, the model based estimate may
in fact represent a more accurate measure, although there
was no way to verify this.
Despite the offset between Pig 3’s baseline measured and
estimated SV, changes in SV are still useful clinically for
monitoring disease state and treatment efficacy (Marik,
2013). As can be seen from Figure 2 (c), the model trends
the measured SV during the VCO well.
4. DISCUSSION
4.1 SV Waveforms
Figure 2 shows all pigs SV estimates fell, due to the
model’s dependency on arterial pressure, which fell during
the VCO. Figures 2 (c-f), show successful response of the
model estimated SV in capturing the change in measured
SV. It is also clear, in these two cases, the aortic arch
pressure based SV estimate performed no better than the
downstream iliac pressure based SV estimate.
No change in performance between these two SV estimates
may seem surprising for two reasons. First, the presence
of the dicrotic notch in the aortic arch signal suggests
more accurate detection of end systole, the point where
Pexcess = 0. With no dicrotic notch present in the iliac
signal, end systole is much more difficult to determine.
However, (Balmer et al., 2018) presents the improved end
systole estimation technique used in this study.
Despite the end systolic time being easier to detect in
the aortic pressure waveform, the mechanisms leading to
the dicrotic notch are not accounted for in the model.
Thus, the reservoir pressure waveform does not take into
account the effect of complex valve closure dynamics on the
measured pressure in the aorta. Since the iliac signal does
not typically contain turning point type dicrotic notches,
its waveform conforms closer to the model assumptions.
Second, it is well known that the compliance of the arterial
tree reduces further from the heart (Nichols et al., 2011).
Given the method’s basis on the windkessel model, and
thus it’s reliance on arterial compliance (Kamoi et al.,
2017), it was suspected distal arteries would not represent
the blood storage component (Preservoir) of the aorta
adequately enough for a good SV estimate. However, Fig-
ures 2 (c-f) suggest the iliac pressure waveform performs
equally well as the aortic pressure waveform. The reason,
is the model parameters are found in a way that reinforces
assumed physiology. Specifically, the parameter identifica-
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(a) Pig 1 VCO SV measure and estimates. (b) Pig 2 VCO SV measure and estimates.
(c) Pig 3 VCO SV measure and estimates. (d) Pig 4 VCO SV measure and estimates.
(e) Pig 5 VCO1 SV measure and estimates. (f) Pig 5 VCO2 SV measure and estimates.
Fig. 2: SV waveforms during VCO: Pigs’ 3, 4 and 5 show good SV estimate response. Despite significant reductions
in aortic and iliac arterial pressures during the VCO, Pigs’ 1 and 2 showed little fall in measured SV. The model still
predicts a fall in SV due to the reduction in aortic and iliac pressure during VCO. Note, Figure (b) has a different scale
to show the outlier due to an obscure beat near the end of the occlusion.
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(a) VCO SV estimate from aortic arch pressure sensor (b) VCO SV estimate from iliac pressure sensor
Fig. 3: Bland Altman analysis: Bland Altman plots show the degree of agreement between the estimated and measured
stroke volume. The mean bias between the measured and estimated systolic times are shown (d̄), as well as the limits
of agreement (d̄± 1.96× SD) to indicate the expected variation between measure and estimate.
tion and subsequent Pres and Pex calculation captures the
difference in the storage capabilities of the arteries.
For example, assuming the end systole point is accurately
found, the parameter product RC, in β of Equation
1, can be identified during diastole for each beat. An
accurate PWV measure means the reservoir pressure can
be accurately fit to both waveforms, despite the clear
difference in their measured signals, as seen in Figure 1 (b).
The difference in the reservoir pressure waveform shapes is
evident in the assumed arterial properties. Specifically, the
aortic pressure waveform has a much higher area under its
reservoir pressure signal, due to its high compliance and
thus significant expansion and blood storage capability
during systole. The iliac pressure, in contrast, has a much
larger proportion of excess pressure, suggesting the iliac
artery did not expand to the same degree as the aorta, as
expected. However, it still captures the same SV estimate.
This rational should be generalisable to other arterial sites.
Although, it is possible that too distal arteries will not
receive a large enough proportion of the ejected SV for
a good estimate, particularly during transient behaviour.
Hence, further analysis will be required to confirm other
arterial sites.
As discussed, estimated SV across all pigs showed consis-
tent response. However, Figures 2 (a) & (b) did not show
accurate SV estimates. The consistent response then is in
capturing changes in the pressure signals during the VCO,
rather than exact measured SV. This issue is one of the
current limitations. In a simple system, it is understood
that pressure drives flow. Therefore, when changing pres-
sure is input to the model, it responds with changing flow
and thus SV. However, the cardiovascular system does not
represent quite such a simple system.
In the case of Pigs 1 and 2, it appears the vena cava
occlusion led to the expected change in preload and af-
terload, with the fall in ventricular and aortic end dias-
tolic pressures respectively. However, during this transient
state, no significant change in SV appeared, despite the
volume signal trending in a similar manner as the pressure
waveforms (result not shown). It seems the pigs’ cardio-
vascular system responded by maintaining SV, despite the
reduction in ventricular volume, possibly as a function of
short to medium term reflex actions, which are known to
impact the behavior over the timeframe of a VCO (Sato
et al., 1998; Felder and Thames, 1979). It is likely then
that if the VCO was maintained for a longer duration,
Pigs 1 and 2 would have shown results similar to Pigs 3, 4
and 5, whose cardiovascular systems did not maintain SV.
Despite two of the pigs not demonstrating the desired large
change in SV during VCO, it is important to note that
the VCO is a external, rapid hemodynamic change. It also
occurs on a timescale much shorter than most physiological
disease states develop. Thus, in the context of a worst case
scenario for the model, the results show promise.
4.2 Bland Altman Results
The Bland-Altman plots of Figure 3 clearly show neither
arterial pressure site resulted in significantly more bias
compared to the other, with mean differences of d̄aorta =
−2.11ml verses d̄iliac = −0.13ml respectively. Addition-
ally, the similar widths of each arteries limits of agreement
show the SV estimate did not deteriorate by using the
distal iliac pressure signal. As expected from Section 4.1,
Pigs 1 and 2 are the source of disagreement/error between
model and measured stroke volume.
When compared with the Bland-Altman analysis of Kamoi
et al. (2017), the results of this analysis support the
original findings. In addition, this analysis suggests, even
for a worst case hemodynamic change, more transient
than those presented by Kamoi et al. (2017), the model
shows no significant change in SV estimation accuracy.
The errors in the analysis may be due to hidden dynamics,
such as reflex actions, not currently accounted for in
the model. Since there is no gold standard continuous
SV measure (Wetterslev et al., 2016), it is also possible
that the ventricular admittance catheter is an imperfect
comparator (Chase et al., 2014).
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(a) VCO SV estimate from aortic arch pressure sensor (b) VCO SV estimate from iliac pressure sensor
Fig. 3: Bland Altman analysis: Bland Altman plots show the degree of agreement between the estimated and measured
stroke volume. The mean bias between the measured and estimated systolic times are shown (d̄), as well as the limits
of agreement (d̄± 1.96× SD) to indicate the expected variation between measure and estimate.
tion and subsequent Pres and Pex calculation captures the
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et al., 1998; Felder and Thames, 1979). It is likely then
that if the VCO was maintained for a longer duration,
Pigs 1 and 2 would have shown results similar to Pigs 3, 4
and 5, whose cardiovascular systems did not maintain SV.
Despite two of the pigs not demonstrating the desired large
change in SV during VCO, it is important to note that
the VCO is a external, rapid hemodynamic change. It also
occurs on a timescale much shorter than most physiological
disease states develop. Thus, in the context of a worst case
scenario for the model, the results show promise.
4.2 Bland Altman Results
The Bland-Altman plots of Figure 3 clearly show neither
arterial pressure site resulted in significantly more bias
compared to the other, with mean differences of d̄aorta =
−2.11ml verses d̄iliac = −0.13ml respectively. Addition-
ally, the similar widths of each arteries limits of agreement
show the SV estimate did not deteriorate by using the
distal iliac pressure signal. As expected from Section 4.1,
Pigs 1 and 2 are the source of disagreement/error between
model and measured stroke volume.
When compared with the Bland-Altman analysis of Kamoi
et al. (2017), the results of this analysis support the
original findings. In addition, this analysis suggests, even
for a worst case hemodynamic change, more transient
than those presented by Kamoi et al. (2017), the model
shows no significant change in SV estimation accuracy.
The errors in the analysis may be due to hidden dynamics,
such as reflex actions, not currently accounted for in
the model. Since there is no gold standard continuous
SV measure (Wetterslev et al., 2016), it is also possible
that the ventricular admittance catheter is an imperfect
comparator (Chase et al., 2014).
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5. CONCLUSION
Despite two out of five VCOs not causing a significant
reduction in SV, the study shows the methods ability
to respond quickly to transient hemodynamics. This rep-
resents an improvement over the commercially available
devices mentioned in the Introduction, which are limited
to steady state SV monitoring unless frequent recalibration
is performed.
Additionally, the SV estimate based on the iliac pressure
signal showed no significant difference compared with the
aortic pressure. This is a positive result, as the more
arterial sites shown to give accurate SV estimation, the
easier the method will be to implement clinically. Future
analysis could include using arterial sites with smaller
fractions of circulating blood volume, such as the radial
arteries, and testing the method on further hemodynamic
modifications.
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Rödig, G., Prasser, C., Keyl, C., Liebold, A., and Hobb-
hahn, J. (1999). Continuous cardiac output measure-
ment: pulse contour analysis vs thermodilution tech-
nique in cardiac surgical patients. Br. J. Anaesth.,
82(4), 525–530.
Sato, T., Shishido, T., Kawada, T., Miyano, H., Miyashita,
H., Inagaki, M., Sugimachi, M., and Sunagawa, K.
(1998). ESPVR of in situ rat left ventricle shows
contractility-dependent curvilinearity. Am. J. Physiol.,
274(5 Pt 2), H1429–34.
Tibby, S.M. (2003). Monitoring cardiac function in inten-
sive care. Arch. Dis. Child., 88(1), 46–52.
Tyberg, J.V., Bouwmeester, J.C., Parker, K.H., Shrive,
N.G., and Wang, J.J. (2014). The case for the reservoir-
wave approach. Int. J. Cardiol., 172(2), 299–306.
Van Der Velde, E.T., Burkhoff, D., Steendijk, P., Karsdon,
J., Sagawa, K., and Baan, J. (1991). Nonlinearity and
load sensitivity of end-systolic pressure-volume relation
of canine left ventricle in vivo. Circulation, 83(1), 315–
327.
Westphal, G., Garrido, A., Almeida, D., Rocha-e Silva,
M., and Poli de Figueiredo, L. (2006). Pulse Pressure
Respiratory Variation As Early Marker of Cardiac Out-
put Fall in Experimental Hemorrhagic Shock. Shock,
26(Supplement 1), 39.
Wetterslev, M., Møller-Sørensen, H., Johansen, R.R., and
Perner, A. (2016). Systematic review of cardiac output
measurements by echocardiography vs. thermodilution:
the techniques are not interchangeable. Intensive Care
Med., 42(8), 1223–1233.
IFAC BMS 2018
São Paulo, Brazil, September 3-5, 2018
167
